INTRODUCTION
The chronic inflammatory disease juvenile rheumatoid arthritis (JRA) 1 is the most common rheumatic disease in childhood. Three subtypes of JRA (oligoarticular, polyarticular, and systemic onset) are distinguished on the basis of clinical features during the first 3 months of the disease (Cassidy, Levinson, & Brewer, 1989) . The etiology of JRA is still unknown and the pathogenic mechanisms remain unclear. In the past decade it has become increasingly clear that there exists a communication between the autonomic nervous system (ANS) and the immune system. Lymphoid tissues are not only extensively innervated with postganglionic noradrenergic and peptidergic neurons (Felten, Bellinger, Carlson, Ackerman, Madden, Olschowki, & Livnat, 1987) , but the immune system is also ''tuned'' by the autonomic nervous system via the inhibitory action of epinephrine secreted by the adrenal gland (Crary, Borysenko, Southerland, Kutz, Borysenko, & Benson, 1983; Arnason, 1993) . Catecholamines are important neuroendocrine mediators for the homeostasis of the immune system. The immune system can receive these messages via b2-adrenergic receptors, which are expressed on the cell surface (Bisphoric, Cohen, & Lefkowitz, 1980) . Activation of
